Ca2+-channel blockers modulate the oxidative burst induced with arachidonic acid in macrophage-like P 388D1 cells. Interaction with peripheral benzodiazepines.
Ca2+-channel blockers are shown to modulate, like peripheral benzodiazepines, the oxidative burst induced by arachidonic acid in the macrophage-like P 388D1 cell line. Nifedipine (1 and 10 nM) enhanced the cellular response to arachidonate; this stimulation by nifedipine was reversed by PK 1195, a specific antagonist for the peripheral benzodiazepine binding site. Verapamil (5 microM), on the other hand, antagonized the stimulation of the oxidative burst by benzodiazepines. The data suggest some possible interaction of Ca2+-channel blockers at the benzodiazepine binding site or at a secondary step in the activation mechanism. None of the molecules modulated the calcium influx triggered by arachidonate. Instead, the oxidative response of P 388D1 cells to arachidonate was inhibited by K+-channel blockers, quinidine and tetraethylammonium bromide.